Water balance in rheumatoid arthritis: reply
We are grateful to Dr van Heyningen for his remarks and interesting comments regarding our letter, in which we highlight a possible causal relationship between rheumatoid arthritis and the syndrome of inappropriate antidiuretic hormone secretion (SIADH) [1] . However, we are surprised by the arguments used to analyse the data given and the subsequent conclusions he has made. He claims 'The serum and urine osmolality results and urine sodium excretion do not however confirm the diagnosis of SIADH'! Dr van Heyningen failed to outline why and how these biochemical data do not confirm a diagnosis of SAIDH. He also failed to cite any reference or other diagnostic criteria that support his claim. We reported the serum osmolality at 248 mmol/kg, urine osmolality at 334 mmol/kg and urine sodium excretion of 44 mmol/l, confirming the diagnosis of SIADH. The criteria laid down by Bartter and Schwartz (Table 1) [2] (referenced in our letter) for diagnosis of SIADH were fulfilled in our patient. The clinical and biochemical abnormalities reported in our case satisfied the five cardinal features of SIADH. At the time of her symptomatic hyponatraemia she excreted concentrated urine, which was inappropriate to her hypo-osmolar state. We stated that there were no other systemic disorders apart from rheumatoid arthritis. Relevant investigations done in an attempt to identify an alternative cause for hyponatraemia were outlined in detail in our letter. Because of manuscript constraints, we were not able to list all other less relevant tests and normal results. Thus, most of the conditions known to cause SIADH were effectively ruled out.
Dr van Heyningen also stated that 'the data presented for this case is that the findings suggest a probable drug effect, with diclofenac resetting the osmostat'. We have great reservations about his interpretation and reasoning. Here we would like to discuss two issues related to this statement.
(i) He failed to notice that the urine osmolality in our patient is much higher than the serum osmolality. This feature, when identified, would completely exclude the diagnosis of reset osmostat. Therefore, the acute water loading test, often used to establish a state of reset osmostat, was deemed unnecessary. Patients with reset osmostat syndrome have normal osmoreceptor responses to changes in serum osmolality, although the threshold for antidiuretic hormone (ADH) release is reduced [3] . Therefore, the serum Na levels are below normal but stable, usually between 125 and 130 mmol/l, unlike in our patient, who presented with far lower serum Na concentrations. Furthermore, with reset osmostat syndrome, the urine osmolality is maximally dilute, generally less than 100 mmol/kg [4] . (ii) We stated in our letter that her diclofenac was discontinued, despite which hyponatraemia persisted for more than 6 months. The serum Na levels of most patients with NSAID-associated hyponatraemia usually return to normal within days of withdrawing the responsible drug [5] . We might agree that diclofenac could be responsible for initiating hyponatraemia, but we are not clear how diclofenac therapy could be implicated in propagating hyponatraemia in this patient.
Dr van Heyningen concluded that there is no convincing evidence that inflammatory arthritis is another cause of SIADH, 
